The development of immunoblastic lymphoma in association with Waldenstr6m's macroglobulinaemia is a rare occurrencel and a possible genetic relationship between the two malignancies has been suggested.2 Immunological marker studies demonstrated that both Waldenstr6m's macroglobulinaemia and immunoblastic lymphoma have similar B cell characteristics, suggesting that these tumours have a common clonal origin. However, the assumption that the presence of the same immunoglobulin heavy and light chains is synonymous with clonality is an over simplification, as many different B cell malignancies express the same immunoglobulin heavy and light chains. Furthermore, it is postulated that additional phenotypic characterisation with monoclonal antibodies specific for B cell markers provides conclusive proof of the clonal identify of the malignancies; however, this merely illustrates the stage of the tumour cells and not their clonal identity. Therefore, the clonal differences/similarities between two B cell malignancies should be evaluated by immunoglobulin gene rearrangement analysis.
Here, we report a case of Waldenstrom's macroglobulinaemia where the patient developed immunoblastic lymphoma in the course of four years of treatment with prednisolone and melphalan. For DNA sequencing, PCR products were subcloned into the PCRTM vector using TA cloning kits (Invitroge, San Diego, California, USA). Sequencing was performed using Taq dye primer cycle sequencing kits (Applied Biosystem, Tokyo, Japan).
Results

PERIPHERAL BLOOD AND BONE MARROW
In the smears of peripheral blood taken during the initial hospitalisation no one abnormal cell predominated; there were medium-sized lymphoid cells with basophilic cytoplasm and irregularly shaped nuclei with delicate chromatin and distinct nucleoli. Other cells resembled mature plasmacytes, although some had irregularly shaped nuclei. Surface marker analysis disclosed that the abnormal cells were strongly positive for PCA-1, weakly positive for CD20 and negative for SmIg. In bone marrow specimens accumulation of both mature and immature plasmacytes was observed at both the initial ( fig 1A) and second hospitalisation.
LYMPH NODES
The first lymph node biopsy showed extensive, but incomplete, obliteration of nodal architecture due to proliferation of medium to large atypical lymphoid cells. The large cells had round nuclei while the medium-sized cells were lymphoplasmacytoid in nature (fig 1B) . Most proliferating cells in the lymph node showed positive cytoplasmic staining with antisera to IgM K light chains and CD20. In 1993, the second lymph node biopsy specimen showed extensive and complete obliteration of the nodal architecture due to diffuse proliferation of immunoblasts (fig 2A) . Some of 
